Temporal Lobe Epilepsy
See also the separate Epilepsy in Adults and Epilepsy in Children and Young People articles.
Temporal lobe epilepsy (TLE) may be simple focal seizures without loss of awareness (with or without aura) or focal dyscognitive seizures (with loss of awareness). Loss of awareness occurs during a focal dyscognitive seizure when the seizure spreads to involve both temporal lobes.
Epidemiology
Focal epilepsy is often of temporal lobe origin but the true prevalence of TLE is not known.
Presentation [1] Aura occurs in the majority of temporal lobe seizures. Most auras and automatisms last a very short period -seconds or 1 to 2 minutes. Auras may cause sensory, autonomic or psychic symptoms:
Somatosensory and special sensory phenomena: Olfactory, auditory and gustatory illusions and hallucinations may occur.
Patients may report distortions of shape, size and distance of objects. These visual illusions differ from the visual hallucinations associated with occipital lobe seizure in that there is no formed visual image. Objects may appear smaller or larger than usual. Vertigo may occur with seizures in the posterior superior temporal gyrus.
Psychic phenomena: Feeling of déjà vu (familiarity) or jamais vu (unfamiliarity). Depersonalisation (ie feeling of detachment from oneself) or derealisation (surroundings appear unreal). Fear or anxiety. May describe seeing their own body from outside.
Autonomic phenomena: changes in heart rate and sweating. Patients may experience an epigastric fullness sensation or nausea.
Following the aura, a temporal lobe focal dyscognitive seizure begins with a wide-eyed, motionless stare, dilated pupils and behavioural arrest. Lip-smacking, chewing and swallowing may be noted. Manual automatisms or unilateral dystonic posturing of a limb may also occur. A focal dyscognitive seizure may evolve to a generalised tonic-clonic (GTC) seizure. Patients usually experience a postictal period of confusion. The postictal phase may last for several minutes. Amnesia occurs during a focal dyscognitive seizure because of bilateral hemispheric involvement.
Possible underlying causes [2] Past infections -eg, herpes encephalitis or bacterial meningitis. Investigations [3] Interictal EEG: one third of patients with TLE have bilateral, independent, temporal interictal epileptiform abnormalities. MRI is the neuroimaging investigation of choice. Positron emission tomography (PET) using radioisotope fluorodeoxyglucose (18 F ) (FDG-PET) is useful when the MRI result is normal. Single-photon emission computed tomography (SPECT) is useful for candidates for surgical intervention. Video-EEG telemetry is used as part of the pre-surgical evaluation. It is also used if the diagnosis of TLE is still uncertain.
Management [4, 3] See also the separate Anticonvulsants used for Generalised Seizures and Anticonvulsants used for Focal Seizures articles. 
Treatments for refractory TLE
Vagus nerve stimulation (VNS) with a high-frequency stimulation rate may be effective in reducing seizure frequency. A battery-operated stimulator device is implanted in the left vagus nerve in the neck. Anteromedial temporal resection is the most frequently performed operation for medial TLE. [5] Prognosis [3] Patients with refractory TLE have an increased risk of sudden death. Seizure-free state two years after anterior temporal lobectomy is predictive of long-term seizure-free outcome. 
